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disease in the two groups were 2-57 and O9S respectively, in spite of
the fact that the scholarship bo>s must lo some extent be selected
physically as well as intellectually.
It is more than probable that such figures as are given here now require Decrease in
considerable modification, especially as regards London. For very many lnadence
years there has been a gradual diminution in the severity of rheumatic
infection with probably a diminution in its incidence; rheumatic hyper-
pyrexia has virtually disappeared, and the old-fashioned case of
rheumatic fever is hardly ever seen. It cannot be doubted that a reduc-
tion in the severity of acute rheumatism would cause a diminution of
the amount of heart disease in children: first, the most se\ere types of
carditis "would diminish in incidence; secondly, the more ordinary heart
cases would become less common; this seems to be \vhat is happening.
Acute pericarditis, the most severe acute manifestation of cardiac
rheumatism, is far less common than it was. In the period 1&S2-93
out of every 100 admissions to St. Bartholomew's Hospital for acute
rheumatism from 12 to 15 showed acute pericarditis (Church); by
1910 this figure had fallen, to below 5; and now it can hardly be doubted
that, even in a children's hospital, the percentage of rheumatic in-
patients with acute pericarditis would be well below this figure. Further,
experience in London suggests that In recent years there has been a
notable diminution in the more ordinary cases of juvenile rheumatism
and rheumatic carditis. Each winter for the last few \ears (preceding
1937) corresponded with what would previously have been regarded as
a very mild rheumatic season, and hope is beginning to dawn that this
improved state of affairs has come to stay.
3.-PATHOGENESIS AND MORBID ANATOMY
Rheumatic carditis is the result of an infection attacking the heart in
a series of doses through the coronary arteries; but it is noteworthy
that these arteries themselves are not attacked sufficiently to interfere v*ith
their function, and there is thus every chance for compensatory changes
in the heart-muscle to be satisfactorily established, once the activity of
the infection has died down. The infective agent enters the blood-stream
in most cases through the nasopharynx and, having arrived in the
tissues, sets up peculiar lesions with the same histology in the endo- Rheumatic
cardium, myocardium, and subcutaneous nodes. These lissue reactions
are so peculiar to rheumatic infection that they afford strong evidence in
support of the view that the infective cause of the disease, at all events
when acting in the human body, is a specific agent. The histopathology
of rheumatic carditis was extensively studied by C. F. Coombs.
(1)—Myocardium
The myocardium shows macroscopically changes due to inflammation Myocarditis
and toxaemia, but the Mstological changes are of special interest. These

